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(OR=5.184,95%CI: 1.377~19.518, P=0.015) LA & iif & F AR I 2% (free thyroxine , FT4) 7K 3F- T8 (OR=1.266,95%CI : 1.009~1.588,
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[Abstract] Objective: We aimed to explore the relationship between thyroid autoantibodies and anti-GM1 antibody in Guillain-
Barré syndrome (GBS) patients. Methods: We selected 60 GBS patients who were admitted to Nanjing Drum Tower Hospital from July
2018 to February 2023 and tested for both anti-thyroid antibodies and Antiganglioside antibody (AGA) levels. According to anti-
thyroid antibodies, the patients were divided into normal group and abnormal group. The clinical characteristics, thyroid function and
the proportion of AGA in the two groups were compared. Results: Compared with the normal group, GBS patients in the abnormal
group had significantly increased anti-GM1 antibody (Ab) (P < 0.05) and anti-GM2 Ab (P < 0.05) , and were accompanied by more
severe clinical symptoms (P < 0.05). Multivariate logistic regression analysis showed that the presence of abnormal anti - thyroid
antibodies | OR=5.184,95%CI: 1.377-19.518, P=0.015 ] and increased free thyroxine(FT4)levels [OR=1.266,95%CI: 1.009-1.588,
P=0.030] were independent risk factors for increased anti - GM1 antibody positive rate in GBS patients. Receiver operation
characteristic (ROC) curve analysis found that the optimal threshold for thyroperoxidase antibody (TPO-Ab)to predict anti-GM1 Ab
positive was 47.9 U/mL, with a sensitivity of 66.7% and a specificity of 77.8%. The optimal threshold for thyroglobulin antibody (Tg-Ab)
to predict anti-GM1 Ab positive was 20.0 U/mL, with a sensitivity of 73.3% and a specificity of 73.3%. Conclusion: Our results
suggest an association between thyroid autoantibodies and anti- GM1 antibody in GBS patients, potentially explaining the poorer

prognosis of GBS patients with thyroid dysfunction.
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P Fedt GM2 Fufk B I E I+ 5

P HUIR PR PR T8 24 GBS F2 % AGA & A= K1
1 T IE R 4 (82.6% vs. 45.9% , P=0.005) ., [A] i},

S A BT GM1 FLIRFIHT GM2 iR i & A= R . B
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Shy i — 25 MR A BT HIR IR BTS2 ) GBS f&
HHL GM-1 LR FIHT GM-2 i iy H IR AR BF AR
P Te-Ab F1 TPO-Ab BH K 5 35 43531 43k Tg-Ab FH
P20 F1 Tg-Ab FAYEZH . TPO-Ab FH A% 2H F11 TPO-Ab [H
P, S5 A, Tg-Ab Al TPO-Ab BHYE 4 558 5= 1Y
AGA B A6 (P=0.003, P=0.009) , {Hf531F & Y
J&, Te-Ab BAYERY GBS B HT GM1 HLIA R GM2 Ht
) Fe 1 B 2 355 F Te-Ab BRI A9 8% (P=0.019, P=
0.023, K 1B) . 5 —J5 i, TPO-Ab BH: ) GBS &
B GM1 LR BH 2 5 2 T =5 (P=0.005) , {HHT GM2
PR R L B A2 5 (F1C,%£2).

2.3 % B % Logistic B2 547

PAHT M1 HTIARBHME: R R AR &, Z R & Logistic [1]
43 BTN FT4 At BR IR BT S8 & GBS R
PR GM 1AL AR P Atk 7 T R 25 (P=0.030, %% 3) .
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Table 1 Comparison of baseline characteristics between two groups of GBS patients

Variables Normal group(n=37) Abnormal group(n=23) P
Age(years,x +5) 50.4 +18.0 512+ 145 0.861
Male[n(%) ] 24(64.9) 12(52.2) 0.329
TSH(mU/L,x + 5) 249 +1.78 3.08 £2.29 0.270
FT3(pmol/L,% +s) 5.25 £2.53 444 +1.75 0.185
FT4(pmol/L,% + 5) 18.16 + 3.39 18.71 + 3.44 0.548
Antecedent infections[n(%) | 11(29.7) 8(34.8) 0.682
Albuminocytologic dissociation[n(%) | 28(80.0) 18(90.0) 0.558
Sensory disturbances|[n(%) | 21(56.8) 12(52.2) 0.729
Cranial nerve involved[n(%) ] 12(32.4) 12(52.2) 0.129
Autonomic dysfunction[n(%)} 6(16.2) 1(4.3) 0.328
AIDP[n(%) ] 19(51.4) 10(43.5) 0.553
AMAN[n(%) ] 6(16.2) 8(38.4) 0.098
AMSAN[n(%) ] 6(16.2) 2(8.7) 0.658
MFS[n(%) ] 6(16.2) 2(8.7) 0.658
Myelin damage involved[n(%) | 20(54.1) 13(56.5) 0.852
Axonal damage involved[n(%) | 27(73.0) 19(82.6) 0.391
HFGS at admission(x + s) 2.59 £ 1.26 3.09 +0.95 0.091
HFGS at nadir(x +s) 2.59 £ 1.26 3.30 £ 1.06 0.028
HFGS at discharge (¥ + 5 ) 2.11 +£1.07 248 +1.24 0.226
MRC at admission (¥ + ) 48.03 +11.28 44.22 + 12.46 0.227
MRC at nadir(x £ s) 47.65 = 11.61 41.08 + 12.92 0.046
MRC at discharge(x + s) 51.97 +7.34 47.65 +12.22 0.135

GBS: Guillain-Barré syndrome ; TSH : thyroid-stimulating hormone ; F'T3: free triiodothyronine ; FT4: free thyroxine ; AIDP: acute inflammatory demy-

elinating polyneuropathy; AMAN: acute motor axonal neuropathy; AMSAN: acute motor-sensory axonal neuropathy; MFS: Miller - Fisher syndrome;

HFGS: Hughes functional grading scale ; MRC: Medical Research Council.
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Figure 1 Comparison of the incidence of AGA between normal and abnormal groups of anti-thyroid antibodies (A ), Tg-Ab

negative and positive groups(B) ,and TPO-Ab negative and positive groups(C)
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Table 2 Comparison of the positive rate of AGA in GBS patients with and without thyroid antibody [n(%)]

Variables AGA Anti-GM1 Anti-GM2 Anti-GM3 Anti-GM4 Anti-GDla
Normal group(n=37) 17(45.9) 5(13.5) 0(0) 2(5.4) 4(10.8) 1(2.7)
Abnormal group(n=23) 19(82.6) 10(43.5) 4(17.4) 0(0) 2(8.7) 0(0)
P 0.005 0.009 0.036 0.519 1.000 1.000
Tg-Ab negative group(n=39) 18(46.2) 6(15.4) 0(0) 2(5.1) 4(10.3) 1(2.6)
Tg-Ab positive group(n=21) 18(85.7) 9(42.9) 4(19.0) 0(0) 2(9.5) 0(0)
P 0.003 0.019 0.023 0.537 1.000 1.000
TPO-Ab negative group(n=38) 18(47.4) 5(13.2) 1(2.6) 2(5.3) 4(10.5) 1(2.6)
TPO-Ab positive group(n=22) 18(81.8) 10(45.5) 3(13.6) 0(0) 2(9.1) 0(0)
P 0.009 0.005 0.267 0.528 1.000 1.000

Variables Anti-GD1b Anti-GD2 Anti-GD3 Anti-GTla Anti-GQ1b Anti-sulfatide
Normal group(n=37) 1(2.7) 0(0) 3(8.1) 6(16.2) 6(16.2) 3(8.1)
Abnormal group(n=23) 3(13.0) 2(8.7) 0(0) 4(17.4) 4(17.4) 4(17.4)
P 0.303 0.143 0.428 1.000 1.000 0.499
Tg-Ab negative group(n=39) 2(5.1) 0(0) 3(7.7) 6(15.4) 6(15.4) 3(7.7)
Tg-Ab positive group(n=21) 2(9.5) 2(9.5) 0(0) 4(19.0) 4(19.0) 4(19.0)
P 0914 0.119 0.495 1.000 1.000 0.376
TPO-Ab negative group(n=38) 1(2.6) 0(0) 3(7.9) 6(15.8) 6(15.8) 3(7.9)
TPO-Ab positive group(n=22) 3(13.6) 2(9.1) 0(0) 4(18.2) 4(18.2) 4(18.2)
P 0.267 0.131 0.461 1.000 1.000 0.436

GBS : Guillain-Barré syndrome ; AGA : antiganglioside antibody ; TPO-Ab: thyroid peroxidase antibody ; Tg-Ab : thyroglobulin antibody.
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Table 3 Logistic regression analysis of risk factor for positive anti-GM1 ganglioside antibody in GBS patients

Univariate logistic regression analysis

Multivariate logistic regression analysis

Variables OR(95%CI) P OR(95%CI) P
Age 1.015(0.979-1.052) 0.428
Sex 1.441(0.443-4.690) 0.544
TSH 1.206(0.913-1.594) 0.188
FT3 0.830(0.533-1.292) 0.409
FT4 1.248(1.017-1.530) 0.033 1.266(1.009-1.588) 0.030
Abnormal thyroid autoantibodies 4.923(1.407-17.221) 0.013 5.184(1.377-19.518) 0.015

GBS: Guillain-Barré syndrome ; TSH : thyroid-stimulating hormone ; FT3 : free triiodothyronine ; FT4 : free thyroxine.
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A:ROC curve of TPO-AD to prediction of anti-GM1 ganglioside antibody in GBS patients. B: ROC curve of Tg-Ab to prediction of anti-GM1 gangli-

oside antibody in GBS patients.
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Figure 2 ROC of thyroid autoantibodies to prediction of anti-GM1 ganglioside antibody in GBS patients
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